Background: Optic nerve head drusen are acellular hyaline deposits located anterior to the lamina cribrosa,
Introduction
Optic nerve head drusen (ONHD) are acellular hyaline deposits of calcium, amino and nucleic acids, and mucopolysaccharides, found in the prelaminar portion of the optic nerve head believed to arise from altered retinal ganglion cell (RGC) axoplasmic flow 1, 2 .
First described by Liebreich in 1868 3 , ONHD have been reported to affect 0.4% to 20.4% of individuals. 4 ONHD may be difficult to detect in young patients, or confused with papilledema, as they tend to be buried beneath the surface of the optic disc, close to the lamina cribrosa 5, 6 .
Over time ONHD tend to enlarge and become located closer to the surface of the ONH, which acquires an irregular lumpy appearance 7 . While these changes typically occur slowly, in some patients ONHD can enlarge rapidly 8 .
Although ONHD are normally asymptomatic and detected incidentally, they are associated with visual field defects in up to 24% to 87% of affected adults 1, 7, 9 .
The mechanism of ONHD-related visual field loss is poorly understood, however drusen typically enlarge slowly throughout life and this is often associated with slow progression of visual field loss 1, 7, 9 . Superficial ONHD are also more commonly associated with visual field defects than those located more deeply 2 . Despite the lack of quantitative longitudinal imaging studies, it is therefore seems likely that progressive field loss in patients with ONHD is due to progressive drusen enlargement.
Occasionally ONHD may be associated with (Figure 1 ), which were confirmed by fundus autofluorescence and B scan ultrasonography (Figures 2 and 3 ). The optic discs were not abnormally excavated and no localised retinal nerve fibre layer (RNFL) defects were visible, however there was some inferior beta zone peripapillary atrophy in both eyes.
Standard automated perimetry (SAP), which was of good reliability, showed significant decreased sensitivity in both eyes but more advanced in the right eye ( Figure   4A ) with a mean deviation (MD) of -15.57 dB in the right eye and -3.13 dB in the left. Due to the disc swelling and marked visual field defects she underwent MRI imaging of her brain and visual pathways, which was normal.
The visual field defects were thought to be due to the ONHD and as there is no proven treatment for this condition, the patient was counselled regarding the possibility that the field defects may progress. Over the next 6 months she felt the deterioration in vision in right eye had stabilised but complained that the vision in her left eye was gradually worsening.
Visual acuity remained good but visual field testing confirmed a deterioration showing there had been a marked decline in the left eye visual field with MD deterioration from -9.59 to -24.01( Figures 4C and 4D ).
Blood tests were taken for common Leber's hereditary optic neuropathy mutations, which were negative.
Vitamin B12 and folate levels were within normal range. 13, 24, 25 . The ability of EDI-OCT to image structures 500-800 um deeper than conventional OCT allows the posterior limit of the drusen to be imaged Other authors have recognised the importance of biomechanical factors in ONHD-related visual loss and it has been proposed that patients with ONHD and congenitally small scleral canals might be at higher risk of visual loss due to lack of space for enlarging drusen 30 .
Conclusion
In conclusion, rapid visual loss is uncommon in patients with ONHD but may due to an acute vascular event, choroidal neovascular membrane or non-arteritic ischemic optic neuropathy. 
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